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Case one
A boy seen in 1973 had struck a barricade,
while riding his bicycle duringthe night, and was
catapulted forehead-down on cement. He was
initially stunned but not rendered unconscious,
and had a fairly large contusion over his forehead.
He remained stable for a period of approximately
three hours and then rapidly lapsed into coma. At
this time he had a midline echo-encephalogram
and normal angiography. His ventricle was tapped
and the spinal fluid was bloody and under considerable increased pressure. A ventriculostomy was
established. Within 15 to 20 minutes he started to
regain consciousness, and within an hour had
returned to essentially a normal neurologic state.
Any attempt to close the ventriculostomy during
the subsequent 72 hours was associated with a
progressive decline in level of consciousness, but
shortly afterward he seemed to tolerate closure
without difficulty. Just before removing his ventriculostomy, we did a Conray ventriculogram to
make certain that his aqueduct was open. At this
time, there was some irregularity in thefloor of the
third ventricle, the nature of which was uncertain.
The patient subsequently made a complete and
satisfactory neurologic recovery.

states.

Case two
This 49-year-old man was seen injanuary, 1976.
He had been snowmobiling, ran into a fence and
sustained several long lacerations across his forehead, as well as a fairly extensive forehead contusion. He was stunned but got back onto his
snowmobile and rode for another hour. He went
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to his local physician to have his lacerations
repaired. Approximately one hour later, his condition deteriorated rapidly and he was brought to an
Emergency Room some 20 miles away. Examination showed he was decerebrate left, decorticate
on the right with an elevated blood pressure, a
slowed pulse rate and appeared to be in acute
distress. An echo-encephalogram was considered
to be midline, an angiogram showed the arterial
pattern to be normal. One film suggested a parietal
occipital skull fracture although the other films
had not shown a fracture. The venous phase of the
angiogram suggested ventricular enlargement
and, with this in mind, a ventriculostomy was
done. The fluid at this time was bloody and under
considerably increased pressure. On ventriculography (Figures 1-4) the lateral ventricles
filled satisfactorily, but there was a lobulated mass
in the posterior third ventricle occluding the
aqueduct with fairly good filling of the suprapineal recess and the restofthe ventricular system.
Duringthe subsequent hour the patient's condition gradually began to improve and then stabilized very quickly and he became more
responsive. In the subsequent months he has
madea fairly good recovery. At this time, he is still
somewhat dysarthric, with mild skewing of his eye
movements. Serial ventriculograms were done
duringthe first five or six days, during which time
the mass in the ventricle gradually decreased in
size.

Discussion
Initially it was felt that possibly the patient
in Case Two had an asymptomatic tumor,
but with the rapid resolution of the mass, this
possibility seemed quite unlikely. The patient eventually had removal of his vent r i c u l o s t o m y but not u n t i l a final
ventriculogram had shown the mass was
now entirely gone. Much to our surprise,
although he had filling of the upper aqueduct, he had a communication through the
floor of the third ventricle into the interpeduncular cistern, essentially a third ventriculostomy. At this time his intracranial
pressure was normal. During the course of
the patient's illness, he had had a posterior
fossa angiogram which had shown no evidence of a posterior fossa mass effect.
We feel that it is reasonable to presume
that the third ventricle mass was hematoma
in view of the fact that it was a lobulated
mass, the fluid was bloody and it absorbed
over a five- or six-day period. However, the
source of the hemorrhage is certainly un-

known and can only be left to speculation.
One might wonder about hemorrhage from
a frontal injury in which there is some
wideningof the transverse brain diameter, or
damage to some of the smaller vessels in the
roof of the third ventricle, or indeed in the
ventricular system itself. Why this should be
associated with the formation of a hematoma instead of gradual f l o w of blood
through the ventricular system and into the
subarachnoid space is uncertain. It also
might be considered that the patient, in view
of his subsequent study, already had a small
aqueduct and was b o r d e r l i n e from that
standpoint, and then, with the added blood
in the ventricular fluid, developed blocking
and subsequent clotting.

Summary
We are not certain whether we had one
and possibly two unusual cases which will
never be recorded again or whether this is a
recognition of a new syndrome associated
with trauma. We suspect that in the future
the diagnosis will probably be made much
more rapidly and certainly with rapid GAT
scanning which was not available to us at the
time.
If a syndrome of third traumatic ventricular hematoma does indeed occur, it would
be rare. The patient probably will be one
who has had a frontal or occipital injury, not
necessarily significantly concussed, with a
rather prolonged stable interval w h i c h
r a p i d l y declines, w i t h o u t going through
transtentorial herniation or rostral caudal
d e t e r i o r a t i o n , and then very rapidly develops signs of midbrain dysfunction.
We think this possibility needs to be kept
in mind in the individual who has a history of
cranio-cerebral trauma, who has a lucid
interval and then rapidly deteriorates and
who has possibly a normal arteriogram, and
a midline echogram in which a posterior
fossa mass lesion has been excluded. The
treatment, at least, in our cases, suggested a
ventriculostomy, which seemed satisfactory.
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Figure 1
Initial ventriculogram showing mild ventricularenlargment with lobulated mass in posterior inferior third
ventricle with no filling of aqueduct.

up ventriculography of patients suspected of
this problem, in order to make certain that
they have adequate communication, before
removing the ventriculostomy catheter.

One wonders about the possibility of having
washed out the ventricular system, helping
break up the clot a little more quickly and
having prevented aqueductal occlusion. We
think it probably would be well to do follow-
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Figure 2
Repeat ventriculogram two days following the initial one showing lobulated mass to be smaller and now
some filling in upper aqueduct and ventricules of normal size.
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Figure 3
Repeat ventriculogram four days post injury showing lobulated mass now even smaller w i t h again filling
of upper aqueduct to approximately the lower junction of lower and middle third.
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Figure 4
Final ventriculogram t w o weeks post injury after ventriculostomy had been removed, showing normal
ventricular size of the third ventricle but w i t h occlusion of aqueduct at mid point w i t h a fistula into the
pre-pontine cistern or essentially a third ventriculostomy.
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